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(3.6-S). They find that the circumferential extent of dyski- 
nesia increases during the first 30 min after acute coronary 
occlusion and then remains stable between 30 min and 6 h. 
Dyskinesia during this early period is maximal during the 4th 
decile of the normalized contraction sequence. Between 6 
and 48 h the size of the dyskinetic zone decreases, but 
maximal dyskinesia occurs slightly later in the cardiac cycle. 
The size of the dyskinetic zone continues to decrease during 
the time of scar formation (48 h to 6 weeks), and the time to 
peak dyskinesia occurs progressively earlier. 
Mortality and morbidity in acute myocardial infarction are 
closely related to the degree of left ventricular dysfunction in 
the periinfarction period (1). The usual clinical course after a 
large myocardial infarct is one of a few hours or days of 
instability manifested by pulmonary congestion or hypoten- 
sion and end-organ hypoperfusion or both, followed by a 
gradual resolution of these findings over the ensuing days or 
weeks. Thus, many patients with clinical manifestations of 
left ventricular dysfunction during the first few hours of a 
myocardial infarction requiring aggressive medical therapy 
often have no signs or symptoms of left ventricular failure I 
or 2 months later while receiving little or no therapy. This 
phenomenon often occurs with no demonstrable change in 
global left ventricular ejection fraction (2). Components of 
this observed improvement may be the gradual functional 
recovery of “stunned” but not infarcted myocardium or 
hypertrophy and hyperfunction of the noninfarct zone (3). 
However, short- and long-term changes in the infarct zone 
itself may play an important role in the recovery of overall 
left ventricular function after myocardial infarction. 
Present study. The current investigation by Ascah et al. 
(4) in this issue of the Journal and a previous investigation by 
Gibbons et al. (5) add considerably to our understanding of 
the functional changes in the infarct zone in the acute and 
healing phases of experimental myocardial infarction. Ascah 
et al. (4) use an objective cross-sectional echocardiographic 
system of radial analysis that they relate to the extent of 
histologically proved infarction. This method allows them to 
1) analyze the temporal sequence of dyskinesia in relation to 
the cardiac cycle, 2) analyze the circumferential extent of the 
dyskinesia, and 3) follow these changes over time. In this 
manner, they are able to study the function of the infarct 
zone in much greater detail than have previous investigators 
The most dramatic changes in the extent of dyskinesia 
and in the time to peak dyskinesia in this experimental model 
occur in the first 48 h after coronary occlusion, a time that 
correlates with the period of most hemodynamic instability 
in clinical myocardial infarction. This finding suggests that 
changes in the infarct zone itself may be important in the 
early course of infarction (3) in addition to changes in the 
ischemic but viable myocardium. How the timing of maximal 
dyskinesia influences overall left ventricular function inde- 
pendent of the size of the dyskinetic zone remains to be 
demonstrated. The gradual decrease in the size of the 
dyskinetic zone between 48 h and 6 weeks confirms earlier 
observation of improvement in regional left ventricular func- 
tion during the healing phase of infarction (35) and corre- 
lates well with the clinical course of patients after acute 
infarction. 
Implications. In the current era of the interventional 
therapy for evolving myocardial infarction, one must spec- 
ulate as to the effects of reperfusion on the infarct zone 
independent of salvage of significant amounts of myocar- 
dium. In the absence of reperfusion there is considerable 
spontaneous improvement in dyskinesia in the infarct zone 
(4,5). Could reperfusion modify the extent or timing, or both, 
of dyskinesia in the early phase of evolving infarction? What 
would be the effect of reperfusion on the ultimate composi- 
tion of the scar tissue and extent of dyskinesia of the infarct 
zone in the healing phase? Could the effects of reperfusion 
on the infarct zone help explain the improvement in mortal- 
ity demonstrated in early thrombolytic trials (9) in the 
absence of a demonstrable effect on global ejection fraction? 
Future investigations, including studies using the precise 
methodology of Ascah et al., (4) concerning the functional 
characteristics of the infarct zone itself, should help clarify 
these and other important issues in myocardial infarction. 
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